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antimycin A and 0.5 mM KCN blocked mitochondrial swelling (curve 2). If, however, 0.I mM PMS were added to the above system swelling occurred (curve 3). Addition of 1.8 mM amytal or 0.06 [xM piericidin A ~ did not eliminate the swelling supported by the bypass created with PMS (curves 4 and 5, respectively). Addition .of amytal or piericidin A in the absence of PMS to the system represented by curve 2 did not induce swelling (curves 6 and 7, respectively). In the absence of PMS, swelling could be supported by addition of 60 vM each of ATP and Mg e+. (Figure 1 ). Although not shown here, induction of swelling by APT and M e+ was also observed for the systems represented by Figure 2 . Curve 8 in Figure 2 represents the swelling mediated by all the 3 energy conserving sites in mitochondria in the presence of 1 mM arsenite without the addition of phosphate and thyroxine. It is generally accepted that large amplitude swelling of mitochondria is an energy-linked process s. In our experimental system energy changes were restricted to the first site specifically by using a combination of antimycin A and cyanide and channelling the electrons from the substrates to an artificial acceptor, namely PMSL That sites II and III are not operative under these conditions was established. No swelling took place if PMS was not included (curve 2) in the system indicating that flux of electrons from substrates to PMS is necessary. Any possibility that PMS per se might induce swelling is ruled out by the fact that in the absence of swelling agents, phosphate plus thyroxine, there was no swelling. Addition of amytal and piericidin A did not eliminate the swelling (curves 4 and 5). Under conditions when substrate oxidation does not take place addition of ATP and Mg e+ induced swelling indicating the energy-requiring nature of the process (curves 2, 6, 7). These results indicate that site I energy conservation is on the substrate site of amytal and piericidin A sensitive sites associated with NADH-dehydrogenase. Our observations 9 are consistent with those of GUTMAIq et al a. We are grateful to Professor K. FOLKERS for the kind gift of piericidin A. 8 A. L. LEItNINGER, Physiol. Rev. d2, 467 (1962) . 9 This work was supported by a grant from the Medical Research Council of Canada.
Zusammen

Identification of Alexandrin
Centaurea alexandrina a biennial or often perennial pubscent herb, occurs only in Egypt 1 and is common in the Mediterranean coastal strip. SAL~I~ and GHARBO 2 reported the isolation of a crystalline principle named 'alexandrin' from the leaves of C. alexandrina and stated that the substance (m.p. 261-262), is neither alkaloidal nor glycosidal in nature. Extraction of the dried powered leaves with ether e, followed by concentration of the extract yielded a crystalline deposit, which after dissolving in alcohol and decolorising with activated charcoal afforded the substance corresponding to the so-called alexandrin. Thin-layer chromatography (adsorbent:silica gel G, solvents 3, a: carbon tetrachloride-ethanol-water 10: 8:2, hexane-ethyl acetate-ethanol-water 4 : 6 : 5 : 5, benzene-methanol 8 : 2) of the substance revealed, upon spraying with p-arfisaldehyde ~, the presence of two components; the major one has the same Rf as fi-sitosterol-fl-D-glueoside, while the other is present in traces. Repeated recrystallization of the substance from methanol afforded the major constituent in pure form, m.p. 298-300 o (undepressed), and proved to be fi-sitosterol-fi-D-glucoside. 
